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Letters e83phototoxicity, and SJS have been reported with
ciprofloxacin therapy,1 to our knowledge no case
of photo-induced SJS has been reported with
ciprofloxacin therapy. Few other cases of photo-
induced SJS have been documented and the
mechanism behind this reaction remains elusive.
Reported cases have been associated with a
sulfasalazine, clobazam, hydroxychloroquine, and
naproxen.2-5 One mechanism proposed is that
UVB induces cytokines that recruit cytotoxic T
lymphocytes to the epidermis, resulting in the
epidermal damage.4 It is also possible that the
phototoxic effects of ciprofloxacin may represent a
Koebner phenomenon in which lesions of SJS are
confined to the sun-exposed areas.
Photo-induced SJS is an extremely rare entity.
Only a few cases exist in the literature. This is
a report of photo-induced SJS due to ciprofloxacin.
If SJS associated with ciprofloxacin therapy is
suspected, treatment should be discontinued
immediately.
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eduFig 1. Pili multigemini/trichofolliculoma-like organoid
nevus. Clinical appearance before surgical interventions
(A). Vertical histologic sections showing several
follicular structures (B). (Original magnification: 3100.)REFERENCES
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organoid nevus
To the Editor: We introduce a distinctive form of
epidermal nevus of the ‘‘organoid’’ type that we
refer to as ‘‘pili multigemini/trichofolliculoma-like
organoid nevus.’’ Our patient is a healthy 6-year-old
Latino girl born with a large, discrete patch of
scalp alopecia that has remained unchanged, except
for proportionate scalp growth. Her history and
physical examination reveals normal findings,
without cutaneous or dental abnormalities. The
family history is unremarkable.
The lesion was an approximately 6-3 14-cm zone
of partial alopecia (Fig 1). Within it, the hair was
sparse and short, with individual hair shafts of
variable length and spacing. Much of the alopecia
could be attributed to hair shaft length rather than
just decreased density. The scalp surface showed
mild, patchy erythema, but was otherwise normal.
Staged excisions were performed with excellent
cosmetic result.
Microscopically, the overall density of follicles
was slightly reduced (Fig 1), and some follicles
had undergone destruction. The spacing and size
of follicles varied considerably. Most follicles
were structurally abnormal in several ways
Fig 2. A and B, Pili multigemini/trichofolliculoma-like
organoid nevus follicle with multiple hair papillae, showing
maturation from matrix into follicular root sheaths, a
distorted and fused shaft, and multiple sebaceous glands
(arrowheads) entering the follicle at different levels. Follicles
are maloriented relative to the scalp surface (B). C and D,
True pili multigemini seen in vertical section (C) and
trichofolliculoma showing a high degree of follicular differ-
entiation (D). (A to D, Original magnifications: A and C,
3200; B,3100; D,340.)
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e84 Letters(Figs 1 and 2): the peribulbar follicular sheath was
massively expanded; multiple hair papillae were
present in most hair bulbs; the follicular epithe-
lium matured from matrix into follicular root
sheaths and shaft, but maturation was
asymmetric and distorted; epithelial components
of each papilla merged and fused to form a single
piliary canal with a central hair shaft; shaft
formation was markedly abnormal, with shaft
irregularity of size, shape, degree of cornification,
and pigment distribution; sebaceous glands wereoften malpositioned and maloriented; and some
follicles were maloriented relative to the scalp
surface. Not every follicle possessed multiple
papillae, but almost all were distorted with
follicular sheath hypertrophy. Many sections
showed ‘‘naked’’ hair shaft fragments surrounded
by granulomatous inflammation; the patchy
erythema seen clinically is interpreted as the
clinical manifestation of this inflammation.
We have likened the abnormal follicles in
our case to those seen in pili multigemini or
trichofolliculomaehence our term ‘‘pili multigemini/
trichofolliculoma-like organoid nevus.’’ However,
these structures differ from those found in typical
pili multigemini or trichofolliculoma. Classic pili
multigemini involves isolated hair follicles within
the beards of men. Histologically, pili multigemini
follicles are oriented normally, without follicular
sheath hypertrophy (Fig 2, C ). Two or more pili
multigemini follicles may be adjacent, but are
typically surrounded by normal follicles.
Trichofolliculomas are acquired in adulthood
and are typically solitary.1 Histologically, multiple
follicular structures surround a central cavity,
with prominent perifollicular stroma. The follicular
structures are small with minimal shaft production
and often interconnect, creating a complex network
(Fig 2, D).
We speculate that our patient’s lesion is the
result of a postzygotic gene mutation with mosaic
expression, as is supposedly the case with other
forms of nonsyndromic organoid nevi2-4 such as
nevus sebaceus.5 Such cases provide opportunities
for understanding the function of individual genes.
If pili multigemini/trichofolliculoma-like organoid
nevus is caused by a gene mutation, the gene’s
phenotypic expression has a profound and distinc-
tive effect on follicular growth and development.
Hopefully, as future cases are identified and
studied, a gene will be identified and its function
clarified.
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Fig 1. Subcorneal pustular dermatosis. A, Pustular
eruption on the trunk, the proximal limbs, and in the
large folds. B, Hypopyon-like accumulation of pus.
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Subcorneal pustular dermatosis associated
with Mycoplasma pneumoniae infection
To the Editor: Subcorneal pustular dermatosis (SPD)
or Sneddon-Wilkinson disease is a rare, chronic, and
relapsing skin disorder, consisting of a symmetric
sterile pustular eruption that primarily involves trunk
and large skin folds. Flaccid, subcorneal pustules
are half-filled with pus with a hypopyon-like
appearance, containing polymorphonuclear neutro-
phils. The pathophysiology is unknown, but
common associations include monoclonal IgA
paraproteins, inflammatory bowel disease, and
rheumatoid arthritis. We describe a rare association
of SPD with Mycoplasma pneumoniae infection.
A 36-year-old woman, without significant per-
sonal or familial medical history (including psoria-
sis), presented with a rash for the last 5 days. She
reported a dry cough without fever, night sweats, or
other symptoms for the last week. Cutaneous exam-
ination revealed a pustular eruption on the trunk,
proximal limbs, and large folds (Fig 1, A), consisting
of large pustules with hypopyon-like accumulation
of pus (Fig 1, B). Face, scalp, palms, soles, nails,
and mucous membranes were spared. The rest
of physical examination revealed unremarkable
findings. No drug had been introduced before
the eruption. Histologic examination showed a
subcorneal unilocular pustule without spongiosis
containing polymorphonuclear neutrophils with
rare acantholytic keratinocytes. Direct immunofluo-
rescence did not show immunoglobulin or comple-
ment deposition. Bacteriologic, virologic, and
mycologic cultures of pus produced negative results,
as did indirect immunofluorescence. Laboratory tests
found mildly elevated C-reactive protein. These
findings were consistent with the diagnosis of SPD.Antinuclear antibodies, serum protein electropho-
resis, plasma immunoglobulin levels, and circulating
lymphocyte flow cytometry produced normal or
negative findings. M pneumoniae IgM and IgG
antibodies were elevated, suggesting recent infec-
tion. Throat swab polymerase chain reaction was
positive forMpneumoniae. Chest x-ray and thoracic-
abdominal-pelvic computed tomography scan
revealed unremarkable results. Oral dapsone was
started but stopped by the patient in a few days
because of nausea. Cutaneous lesions disappeared
in a fewweeks with topical corticosteroids alone. No
recurrence was noted at 18 months’ follow-up.
In spite of rapidly favorable outcome without
recurrence, the clinical and histologic findings were
consistent with SPD. We believe the acute course of
the disease may suggest an infectious origin. In our
case, the patient did not have pneumonia but a mild
upper respiratory tract infection that could have
gone unnoticed. Skin lesions responded to topical
corticosteroids alone, suggesting that systemic
treatment may not be necessary.
Two similar cases of subcorneal pustules after
M pneumoniae respiratory infections have been
